A horse that suddenly became recumbent had a focal ischemic infarct of the spinal cord between C6 and C7. The infarct was attributed to multiple fibrocartilaginous emboli. Adherence of fibrocartilaginous debris to the outer surface of the dura was interpreted as evidence that intervertebral disc degeneration and displacement of the nucleus pulposus had occurred and that the emboli arose from the disc.
Ischemic necrosis of the spinal cord caused by fibrocartilaginous emboli in the spinal vasculature has been reported in man, dogs and a cat [l-51. The origin of the fibrocartilage is presumed to be the intervertebral disc, but the route of its entry into the vasculature has not been satisfactorily explained. Infarction of various segments of the cord is the usual sequel to vascular occlusion by these emboli. We report here the first case of spinal fibrocartilaginous emboli in the horse.
Case History
An 8-year-old Quarterhorse gelding suddenly became recumbent. Appetite and consciousness were normal and the horse was able to eat and drink. There was pain sensation in all four limbs and in the tail. The patella reflex was exaggerated on the left side and the left forelimb could not be withdrawn in response to a noxious stimulus. Results of blood tests were normal and a cerebrospinal Pandy test was negative. Cerebrospinal fluid had a protein value of 6.16 mg/dl with two erythrocytes and two lymphocytes per cubic millimeter; there was a negative bacterial culture. The horse was killed and necropsied after a nonresponsive clinical course of 4 days.
Pathologic Findings
Gross necropsy findings were cutaneous abrasions over bony prominences and a focal area of necrosis and cavitation of the spinal cord at C6-C7 ( fig. 1 ). The affected area was 4 centimeters long and its center was over the intervertebral disc between C6-C7. No vertebral instability or disc abnormality was detected, and there were no other gross lesions.
Microscopically, the necrotic area included both the grey and white matter of the cord. At some places the necrosis involved the whole grey matter, the ventral twothirds of the dorsal columns and the medial two-thirds of the lateral columns on the left side and the major part of the ventral horn and adjacent white matter on the right side. Rostrally the lesion gradually became smaller and included only the grey matter on the left and the medial part of the ventral horn on the right. At the caudal limit of the necrotic area a small part of the grey matter dorsal to the central canal on the left side was affected. In no area did the lesion extend to the periphery of the cord. The lesion consisted of well demarcated areas of complete necrosis of cord tissue and replacement by gitter cells (fig. 2 ). Focal areas of hemorrhage were in the malacic tissue and beginning neovascularization was evident in some areas. Adjacent to the necrosis, axons were swollen and their myelin sheaths were dilated. Other than the macrophages, there was a lack of inflammatory cells. Degenerated fibrocartilaginous and calcified material adhered to the outer surface of the dura. In numerous sections, small meningeal and intramedullary arteries and veins were partially or completely occluded by the fibrocartilaginous material ( fig. 3 ).
Discussion
Although most agree that the intervertebral disc is the source of fibrocartilaginous emboli, the mode of entrance of this material into the spinal cord vasculature remains uncertain. Several possible mechanisms have been discussed [3-51.
In this horse there was evidence of intervertebral disc disease. Although the spinal canal and the dorsal aspect of the intervertebral discs near the spinal cord infarct looked normal grossly, small pieces of fibrocartilage microscopically were found attached to the outer surface of the dura over the infarcted segment. This was interpreted as evidence that the emboli in our horse were directly related to intervertebral disc degeneration.
